SYNOPSIS An intracerebral Schwannoma giving rise to temporal lobe epilepsy is described. The possible origin of such tumours in the central nervous system in general, and in the temporal lobe in particular, is discussed.
Isolated Schwannomas form about 8% of all primary intracranial tumours, usually occur during the middle years of life, and are about twice as common in females as in males (Minckler, 1971; Russell et al., 1971) . They are extremely rare in childhood (Matson, 1969) and, as in adults, the acoustic nerve is the site of predilection (Craig et al., 1954) . Even if patients with von Recklinghausen's disease be included, Schwannomas constitute only 0.3%0 of childhood intracranial neoplasms (Koos and Miller, 1971) .
Parenchymatous Schwannomas of the brain and spinal cord are rare lesions. Intramedullary tumours of the spinal cord have gained mention in standard reference works (Minckler, 1971; Russell et al., 1971 ) but by 1964 McCormick was able to report only the ninth recorded case. The only reference to an intracerebral Schwannoma that we could find in a standard textbook is that of Scharenberg (1971) who, in discussing Schwannomas of the eighth cranial nerve in neurofibromatosis, mentions, obliquely and in parentheses, that such a patient with bilateral acoustic tumours also harboured a Schwannoma in the right occipital lobe, as well as bilateral third nerve tumours. The intracerebral tumour is not described in any way and judgement on its lineage must be reserved, particularly in view of a statement in the final paragraph of his chapter where he says that the Schwannoma of von Recklinghausen's disease might be regarded (Accepted 17 February 1975.) 703 as a peripheral glioma closely related to those of the brain.
As (Fig. 5) . Abundant reticulin formation within the tumour was demonstrated by appropriate staining methods (Fig. 6) . The tumour was surrounded by dense glial tissue which extended far into the surrounding brain and which also penetrated the neoplasm at various points (Fig. 7) .
Extensive calcification was present in the surrounding brain and there was also calcification within the tumour, confirming the macroscopic findings (Fig.  8) . The histological features thus demonstrated the characteristics of a Schwannoma situated in an intracerebral position.
DISCUSSION
The Schwannoma reported by Gibson et al. (1966) was removed from the superior portion of the mid-temporal lobe of a 6 year old boy, while New (1972) reported a similar tumour removed from the superior parietal lobule of an 8 year old boy. In neither case does there appear to have been evidence of neurofibromatosis.
In view of the rarity of solitary Schwann cell tumours in childhood, and their lower incidence in males, it is interesting that the three reported intracerebral tumours all occurred in young males.
That the cerebral arteries are accompanied by perivascular nerve plexuses has been abundantly demonstrated, and cerebral arterioles down to 10 or 15 ,um receive an adrenergic supply (Purves, 1972) . As long ago as 1932 Penfield demonstrated the presence of Schwann cells in these nerves. However, the rarity of intracerebral Schwann cell tumours would seem to warrant the quest for factors additional to the mere presence of these cells.
When lesions uncharacteristically occur in the young, the possibility of developmental causes is naturally entertained. With reference to spinal intramedullary Schwannomas, Ramamurthi et al. (1958) suggested on hypothetical grounds that displaced neural crest cells may be the source of the tumours, and they postulated that such cells may possess an increased neoplastic potential.
In about one quarter of temporal lobes resected for temporal lobe epilepsy foci of abnormal tissue are found, varying from a few millimetres to one or two centimetres in diameter (Corsellis, 1970) . They are usually glial, but may be mainly vascular, and in a small number there is only a subtle disorganization of cortical histological structure by abnormal glial cells and neurones. Similar lesions appear to be only rarely the cause of focal seizures elsewhere in the brain (Penfield and Jasper, 1954; Corsellis, 1970) . It thus appears that anatomical disorganization is either more common in the temporal lobe, or more easily gives rise to focal epilepsy in that situation. We wonder if abnormal development of this type may also embrace the Schwann cells as well as the glia, neurones, and blood vessels. Cavanagh (1958) considered the possibility that these glial and neuronal hamartomatous malformations may form a nidus for the development of gliomas, and it would seem reasonable to postulate that hyperplastic Schwann cells could similarly evolve into tumours. The considerable weakness of this argument is, of course, that hyperplastic Schwann cells have not to our knowledge been identifie,d in the cerebral hemispheres. But then intracerebral Schwann cell tumours are also very rare indeed.
Aberrant peripheral nerve fibres have been found in the medulla oblongata as a chance finding on serial section (Demyer, 1965) . They arose from the vagal rootlets and bilaterally and symmetrically penetrated the medulla, some in company with blood vessels. None of the three reported tumours has, however, been even remotely related to the attachment of a cranial nerve.
The origin of Schwann cells giving rise to intramedullary spinal cord tumours has been speculated on by all the workers reporting these neoplasms (Kernohan, 1941; Riggs and Clary, 1957; Ramamurthi et al., 1958; McCormick, 1964) . The autonomic perivascular nerve plexuses of the spinal cord are thought by most to be the likely origin of these tumours, but Schwann cells may also be found in the region of the posterior horn, usually in relation to a Schwannoma on the entering root (Russell et al., 1971) . A tumour occupying this region of the spinal cord has been reported (McCormick, 1964) . Riggs and Clary (1957) have shown that hyperplasia of the perivascular nerve plexuses of the spinal cord is particularly likely to occur in the presence of chronic diseases ofthe cord and in older patients. They, however, felt that developmental dysplasia could not entirely be dismissed and in three of the 36 spinal cords they examined there were manifestations of defective embryonic growth. They concluded that both developmental and pathological processes may contribute to the hyperplastic cells. In our patient there was extensive gliosis of the temporal lobe, and the marked gliosis at a distance from the growth appeared rather excessive to be a secondary effect of the tumour. It is interesting to speculate whether a hyperplastic perivascular nerve plexus may have been present in an abnormal temporal lobe as a precursor to the tumour. The temporal lobe was unfortunately discarded by the laboratory before it could be established if the classical features of incisural sclerosis were present and before a wider search could be made for hyperplastic foci of Schwann cells.
In an attempt to explain the ensheathment of myelinated fibres of the central nervous system with Schwann cells, as may occur when there is pathological incorporation of connective tissue in the brain, Russell et al. (1971) 
